cells, but no Hoxc10 ϩ cells (Figure 2B). Neural explants

Temporal Pattern
The neural expression of Hox-c proteins was first defated to give rise to rostral thoracic levels expressed fewer Hoxc6 ϩ and many Hoxc8 ϩ and Hoxc9 ϩ cells, but tected at HH stage 14, when low levels of Hoxc8, Hoxc9, and Hoxc10 were expressed in a few cells in the caudal no Hoxc10 ϩ cells ( Figure 2B ). Cells in neural explants fated to populate caudal thoracic levels of the neural neural tube (data not shown). From HH stages 16 to 22, the peak period of MN generation (Hollyday and tube expressed low levels of Hoxc6, higher levels of Hoxc8 and Hoxc9, but not Hoxc10 ( Figure 2B ). These Hamburger, 1977) , the expression of Hoxc5, Hoxc6, Hoxc8, Hoxc9, and Hoxc10 was restricted primarily to caudal thoracic explants contain Hoxc6 ϩ and Hoxc8 3C , and MNs at different R-C levels of the spinal cord, from HH stages 16 to 24. Over this period, different Hox-c 3E). Ventral neural tissue located anterior to HN in 5s embryos is fated to populate rostral cervical levels, and proteins were expressed in restricted R-C domains. At HH stage 24, Hoxc5 was detected throughout the cervinone of the MNs generated in these explants expressed Hoxc6, Hoxc8, Hoxc9, or Hoxc10 ( Figures 3A and 3B ). cal spinal cord, with a posterior limit of expression in the rostral brachial spinal cord ( Figures 1B and 1C) .
Ventral neural tissue isolated from the region anterior to HN in 10s embryos is fated to populate rostral brachial Hoxc6 was detected from caudal cervical levels into the brachial region ( Figures 1B and 1C) . Hoxc8 was detected levels, and MNs in these explants expressed Hoxc6 and Hoxc8, but not Hoxc9 or Hoxc10 (Figures 3C and 3D ; from the mid-brachial to the mid-thoracic levels ( Figures  1B and 1C) . Hoxc9 was detected from caudal brachial data not shown). Ventral neural tissue isolated from the region anterior to HN in 20s embryos is fated to populate through thoracic levels ( Figures 1B and 1C ). Hoxc10 was neural plate tissue fated to give rise to rostral cervical assays to define the source of Hox-c patterning activity. We also assayed the coexpression of Hox-c and Isl1(2) levels, and lacking expression of Hoxc5 to Hoxc10 in vitro ( Figures 3A and 3B on signals encountered by motor axons as they enter
Concentration-Dependent Induction
